narcotic analgesics. Stimulation of the central grey region in humans has been reported to produce marked analgesia which is also antagonized by small doses of naloxone.
In addition, acupuncture analgesia has been reported to be antagonized by naloxone. These findings have led to the hypothesis that there may be an ongoing release within the brain of a morphine-like compound which is partially responsible for pain thresholds. If this were so, then the antagonism of the effects of the endogenous compound by naloxone should affect pain perception. The experiments reported here demonstrate that the perception of experimentally induced pain in normal human subjects is not altered by the administration of the opiate antagonist naloxone. Pain was induced in 5 healthy adult subjects by delivering incrementally increasing electric shocks.
The effects of bradykinin and prostaglandin E, on rat cutaneous afferent nerve activity L.A. Chahl and A. Iggo, Brit. J. Pharmacol., 59 (1977) [343] [344] [345] [346] [347] Prostaglandin generation has now been shown to take place in many forms of damage of the skin. Prostaglandins sensitize pain receptors to stimulation by other inflammatory mediators and it has been widely accepted that inhibition of synthesis of prostaglandins constitutes the principal mechanism of action of the non-steroidal anti-inflammatory agents. This paper reports the electrophysiological effects of bradykinin and prostaglandin El both alone and in combination on cutaneous afferent nerve strands dissected from the saphenous nerves of anesthetized rats.
Bradykinin (0.5-10 pg) alone produced little activity in nerve strands but produced considerable activity following a 10 min infusion, but not a single injection, of prostaglandin El (5-100 ng). Prostaglandin El alone produced a few large height spikes, but following several injections of bradykinin smaller height spikes were also produced by prostaglandin El.
It was concluded that the presence of a low concentration of prostaglandin Ei is required for bradykinin to manifest its action and that bradykinin and prostaglandin E, are mutually potentiating. Rome, 1974, pp. 170-178 
